The antibiotic susceptibility tests were done in brain heart infusion broth (BHI) as previously described (1). Similarly, a description of the pressurization equipment used was presented earlier (1, 2). The cultures were pressurized to 68 atm in a gas mixture of helium and 0.3 % oxygen, which has a partial pressure of oxygen equivalent to air at 1 atm. Control cultures were maintained in room air in the same types of cylinders.
As is apparent from Table 1 , pressurization of both strains of S. aureus resulted in decreased susceptibility to vancomycin, cephalothin, and tetracycline. Although some of the observed differences were very small, they were highly reproducible and were reinforced by the observation that, in cultures containing somewhat less than minimal inhibitory concentrations, turbidity was higher in the pressurized groups. Of particular interest is the observation that elevated pressure caused the same effect on both strains, despite great differences in susceptibility to vancomycin and tetracycline.
Elevated pressure affected the susceptibility of S. aureus to sodium colistimethate as well, but in this case antibiotic susceptibility was increased. No effect was noted with erythromycin or polymyxin.
The possibility that the above-described differences in antibiotic susceptibility of S. aureus were due to variation in oxygen tension rather than elevated pressure was also tested (Table 2) . Thioglycolate medium was substituted for BHI, and the gas phase at 68 and 1 atm was 100% helium instead of oxygen-containing mixtures. Table 2 shows that the antibiotic susceptibilities of S. aureus under such anaerobic conditions were entirely comparable to those obtained at the two pressures under normoxic conditions.
As shown in Table 1 , the antibiotic susceptibility of S. pyogenes was also examined in parallel with that of S. aureus. Pressurization in this case produced no demonstrable alterations in antibiotic susceptibility.
Since the antibiotics studied in these experiments vary greatly in mode of action, a single mechanism cannot explain the effect of elevated pressure on susceptibility of S. aurelus. Since S. aureus and S. pyogenes differ markedly in response to pressurization, it is plausible to assume that the effect was on surface structures. In fact, an earlier paper showed that elevated pressure affected the 8-galactoside permeases of Escherichia coli (2). It can, therefore, be concluded that pressurization may influence a number of reactions which take place at the cell surface or are involved in transport. From a practical point of view, these results reinforce previous evidence (1) that under conditions of deep sea diving antibiotic treatment may not have exactly the same effect as at sea level. 
